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Swummary. — MullN-alpha/beta at a concentration of 0.5 IU/ml
exerted both antiviral and priming effects in the B, but not in
the M subline of 1924 cells. This concentration of IFN did not
affect. the small size 2-5A synthetase mRNA levels in either
sublines, as determined by a Northern blot technique. Pre-
treatment with 5 or 50 1U/ml 1FN resulted in more pronounced
antiviral and priming effects in the L9298 than in the L929M
cells. However, the enhancements of the 2-5A synthetase mRNA
levels due to the pretreating 1FN dose were similar in both
sublines.
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The role of 2-5A synthetase in the antiviral effect of IFN has been suggested
(Williams ¢f al., 1979; Hovanessian and Wood, 1980) or shown to be un-
likely (Hovanessian el al., 1981 Munoz and Carrasco. 1984) in different
cell-virus systems. Few data are available on its participation in the other
biological activities of I1FN, such as the priming effect (Content et al., 1980;
lmng\( 1, 1982 Marcus, 1984). Since we recently isolated two L9289 cell sublines
with different susceptibilities to the antivir al and priming effects of IFN
(Rosztaezy et al.. 1986). it scemed of interest to study whether the inducibility
of the 2-5A synthetase gene runs in parallel with the development of these
biologic activities, i.c. the antiviral resistance and the primed state of cells
evoked by TEN treatment. Using a Northern blot technique (Maniatis et al.,
1982) for the determination of 2-5A synthetase mRNA levels, we found a simi-
lar dose-response relationship in the two I cell sublines, in spite of the
approximately one order of magnitude difference in their sensitivities to the
antiviral and priming cffecets of PN (Fig. 1). These results suggest that it is
unlikely that the 2-5A synthetase whose mRNA was recognized by the probe
tsed plnw a erucial role in the mechanism of the antiviral or priming effects
of TN in the L9929 cell sublines investigated by us.
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